In Utero and Early-Life Conditions and Adult Health and Disease
To To the Editor: The article by Gluckman et al. highlights an ongoing fundamental change in medical thinking known as the life-course approach to the development of disease. The "developmental model" of chronic diseases postulates that early-life events affect individual differences in vulnerability to lifestyle and environment. This concept is supported by studies of in utero or atbirth conditions on future diseases by the fact that differences in adult lifestyles only partially explain the development of diseases. 1 Considering the aging of the worldwide population and the associated increase in the prevalence of chronic diseases, research on the initiating events of such diseases is valuable and necessary, but research on possible synergism or antagonism between in utero and childhood or adulthood conditions on elderly health could be as important for future public health policies. For example, the interaction between educationwhich has been found to be inversely associated with both multiple chronic conditions 2 and Alzheimer's disease 3 in the elderly population -and in utero environment might be a pioneering project in this growing research field. Alessandra Marengoni, M.D., Ph.D. To the Editor: Gluckman et al. review evidence on the effects of fetal conditions on adult disease. However, an important potential player is being left out of their discussion. Prenatal inflammation, reflected by chorioamnionitis and the fetal inflammatory response syndrome, has been recognized as a fetal condition that contributes to disease in the perinatal period and beyond, mainly affecting the developing lung and brain. 1,2 The evidence is increasing that prenatal exposure to inflammation in utero is related to disease, later in childhood, involving the affected organs and is associated with physician-diagnosed asthma, 3 recurrent wheezing, 3 autistic behavior, 4 and adverse neurodevelopmental outcome. 5 Experimental chorioamnionitis results in pathogenic programming of the fetal immune response, endotoxin tolerance, and crucial developmental changes, suggesting an important programming effect. 1 Thus, accumulating evidence implies an important role of antenatal inflammation in fetal programming and subsequent disease development, the mechanisms
